Background: Optic disc oedema has various underlying pathologies, however, unless visually disabling does not usually bring a patient to the physician. The more common symptoms of headache, nausea and vomiting lead to the incidental detection of bilateral disc oedema [1] . Optic disc oedema seen following spinal surgery is usually associated with visual acuity changes and often goes by the acronym POVL (Peri/ postoperative visual loss) wherein, as the name goes, visual acuity changes are profound Ophthalmic evaluation revealed normal visual acuity and pupils but marked disc edema right more significant than left. There was no colour vision deficit, neither any field changes. By a process of exclusion, it was likely the patient had developed bilateral disc oedema secondary to the spinal surgery. On follow-up 6 weeks and 3 months later, the oedema had completely settled and visual acuity remained at 6/6. Conclusion: Optic disc oedema can be unilateral or bilateral with some of the uncommon conditions mentioned secondary to spinal surgery, however, in those situations, visual loss has been severe and permanent. Our case is unusual in its combination of disc edema with normal acuity along with its transient nature and resolution and to our knowledge, has not been published before.
Introduction and Literature Review
Bilateral disc oedema is seen more commonly due to raised intracranial pressure inflammatory, vascular, compressive, infiltrative toxic, hereditary and rarely hypotony [5] . The presence of bilateral disc oedema post non ocular surgery is not a very common condition but has been documented. Ischemic optic neuropathy, central retinal artery occlusion (CRAO) and cortical blindness have been noted as the possible final diagnoses [3] . The various risk factors identified are pre-existing diabetes, anaemia, age over 50, small cup disc ratio, intraoperative hypotension and prolonged operative time in the prone position [6] . However, in these visual acuity loss seemed to be the predominant feature apart from field changes, our patient was unique in the absence of any visual loss as such and it was more interesting to note the spontaneous resolution of the same without any treatment leaving behind no significant sequelae.
Case Report
A 42-year-old healthy female patient reported for a routine outpatient clinic appointment with complaints of "black spots of in front of her eyes along with flashes and transient obscuration of vision". She was unsure as to which eye it exactly emanated from but insisted it had been happening only since her spinal surgery for a lumbar discogenic prolapse a month prior. She was certain that she had no headaches or blurred vision. She had no prior history of similar symptoms apart from her usual refractive correction. She was a well-controlled diabetic for the past 2 years and was on oral hypoglycaemic agents for the same.
Her examination findings showed a BCVA 20/20 both eyes and normal reacting pupils. Her colour vision was normal on Ishihara testing and dilated fundus examination showed the presence of bilaterally hyperemic elevated optic discs with splinter haemorrhages and tortuosity of vessels. Presence of mylinated nerve fibres on the left eye was also noted. The vitreous was clear and the fundus did not show any other signs suggestive of an underlying inflammatory condition. An urgent neurosurgical opinion was sought to ensure absence of any intracranial pathology attributing to her condition. She was formally evaluated by the neurosurgeon and MRI was performed which however came up negative for any abnormality. The patient was otherwise asymptomatic and in view of recent spinal surgery was hesitant to undergo any other invasive testing such as a Lumbar puncture which thereby was deferred. She also had a complete haematological profile to rule out any inflammatory focus attributing to the condition.
Simultaneously a carotid Doppler and cardiology evaluation was done to rule out any other cause for her TIA like symptoms which were reported as normal. weeks.
The patient was followed up at 6 weeks and 3 months and at last visit the oedema had completely settled without any treatment. Currently the patient has been advised close follow up to monitor for any worsening or new changes. surgery [7] . Nickels et al. have published a detailed analysis of POVL and clearly identified the risk factors and diagnoses where ischemic optic neuropathy seemed to be an important cause for the loss of vision with Anterior ischemic optic neuropathy (AION) being the more common one [3] . Significant blood loss also has been postulated as one of the mechanisms of visual loss [6] [8].
Discussion
Our patient was notably different in that she did not have any visual loss whatsoever and her insistence that her symptoms started only post-surgery warranted a fundus evaluation The presence of normal acuity, pupils and colour vision pointed out more in favour of a papilledema like picture rather than and ischemic optic neuropathy which has till date been documented as above. Her optic disc indistinguishable from those with papilledema [9] . The underlying mechanism postulated there seems to be the transient ischemia with consequent increased pressure and influx of interstitial fluid. There is strong possibility that our patient had a similar underlying pathology to account for her symptoms however it is difficult to ascertain the mechanism of the disc oedema itself. One possibility is that the prone position could have caused some changes in the CSF pressure and indirectly caused her condition however studies by Abel et al. [10] did not find any statistical difference in the CSF pressure and patient positioning. The caveat to our situation is that keeping patient's safety a priority we were unable to do further invasive tests such as a lumbar puncture/cerebrospinal fluid (CSF) opening pressure which may have resolved our dilemma. In fact, due to the recent lumbar spinal surgery our patient was not willing to undergo any further invasive testing.
An alternative diagnosis which could be postulated is a rare occurrence of diabetic papillopathy (DP). There is not enough clarity on the exact mechanism of DP but the risk factors for development has been postulated as small discs, acute control of diabetes and long duration of diabetes and ischemia as the underlying mechanism [11] [12] . DP usually resolves spontaneously as in our case however the patient's profile makes this a doubtful diagnosis. Again one cannot ascertain how spinal surgery could have triggered the same, which again would be a rarity in itself. Solely on clinical findings and by means of exclusion, we could but safely come to the conclusion that at this point, our patient did not have features suggestive of an ischemic neuropathy neither any intracranial space occupying lesions to account for the clinical picture. The fact that her symptoms and oedema spontaneously settled makes our patient even more unique.
Conclusion
Ophthalmological complication as mentioned is well documented post spinal surgery. However, to our knowledge, there have been no reports of bilateral optic disc oedema with normal visual acuity post spinal surgery that also settled without any complications. Further investigations could perhaps add to the un-derlying mechanism, however, at this point, careful follow-up could be the only way forward without compromising the status of our patient and observe for so similar rare incidents to help postulate the underlying mechanism for the same.
